A-kinase anchoring protein 150 (AKAP150) is a multi-enzyme signaling complex that coordinates the action of PKA, PKC, and PP2B at neuronal membranes and synapses. We measured levels of AKAP150 protein in the hippocampus 6 h after training mice in a contextual fear conditioning paradigm. In contextual fear conditioning mice learn to associate a context with a footshock presentation. Mice were divided in four experimental groups with diVerent training protocols: naive, no footshock exposure, immediate footshock exposure, and footshock 3 min after exposure to the context. We found that AKAP150 protein levels were increased upon exposing mice to the novel context independent of the training protocol. However, when the animals were habituated to the experimental context, only mice that learned to associate the context with the footshock showed an upregulation of AKAP150. We suggest that upregulated levels of AKAP150 contribute to processing the exposure to a novel context and associative learning.
The phosphorylation of intracellular proteins is a general mechanism used to control diverse cellular processes that occur in response to extracellular signals. Since many protein kinases and phosphatases are widely distributed throughout the cell and often exhibit a broad substrate speciWcity, additional mechanisms are used to contribute to the organization and speciWcity of signal transduction pathways by favoring the accessibility to certain substrates. The subcellular localization of cAMP-dependent protein kinase (PKA) is tightly controlled by a family of A-kinase anchoring proteins (AKAPs) (Rubin, 1994) . AKAPs have been shown to interact with a number of signaling proteins, allowing for the localization and segregation of multi-enzyme signaling complexes. This capacity of AKAPs to coordinate multi-enzyme signaling complexes is very well exempliWed by the neuronal AKAP79/150 family of anchoring proteins. This family consists of three structurally similar orthologs: bovine AKAP75, murine AKAP150, and human AKAP79 (Carr, Stofko-Hahn, Fraser, Cone, & Scott, 1992) . AKAP79/150 targets PKA, protein kinase C (PKC), and protein phosphatase 2B (PP2B/calcineurin) to the same intracellular locus. At the postsynaptic membrane of glutamatergic synapses, this AKAP79/150 complex is recruited to NMDA and AMPA glutamate receptors by postsynaptic density (PSD)-95 family membrane-associated guanylate kinase (MAGUK) scaVold proteins (Colledge et al., 2000) . It was found that this multi-enzyme signaling complex plays an important role in coordinating changes in synaptic structure and receptor signaling functions underlying synaptic plasticity (Dell'Acqua et al., 2006) . AKAP150 mRNA was shown to be upregulated in the hippocampus 3-12 h after the induction of LTP, a long-lasting enhancement in synaptic eYcacy (Genin et al., 2003) . In addition, pharmacological inhibition of PKA anchoring to AKAPs impaired latephase LTP in hippocampal slices (Huang, McDonough, & Abel, 2006) . Since synaptic plasticity is widely considered to
